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C*-DEK: JECKA3 ; :S£1I: C021 -92E.3 

Cawscn, C-iyn = vrthe- zed specific glycosphingol ipids 

AB Mouse neurctumor ,ell ..ne ^nthe P condltlcns employed. 

independent -y of the type of assu c tetrahexosyiceramide , GM2 , 

Neuroblastoma oell lines ^^-^^^f/f.^rsvnthesized mainly GM3 

^■totde" t^^^^^"^ d «ived C57BL/6 m ° USe 

g.ycoiipid not assocd. ^tn n u neu tral glycosphingol ipia and 

. : c-c;lture witr. seyeia. ^^rirns" O^ilarly, undifferentiated 
differentiating culture cond-ti :^ a - ne d Store complex gangliosides 

neuroblastoma (NB4 1A) cells aU V 3 rta.ned ol ? goden drogl ioma 

process of myelination. 

ANSWER 6 OF 17 SCISEARCH COPYRIGHT 2003 ISI (R) 
S ^^^^0, GLIOBLASTOMA- ASSOCIATED , FUCOSE- CONTAINING 

GLYCOPROTEINS INDUCED BY P-ETINOIC ACID 2 No . 2 _ 3 , 

MOLECULAR AND CHEMICAL NEUROPATHGLO<^ , (FEB/APR 19-4 J 
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pp. 311-327. 

5^JK£ J "i. PRASAD V V T S; KSKAL J R > 

using the fucose- specific lectin, L £ routinely visualized m 

fucose-cop.taimng 9^"^"^^^^^ gel and staining with 
control extracts using 60-70 mug of ^.rc n a in 

vectastair. ABC kits. Retincic acid i ndu «t FUCGLAP (M(r) = 125 

FUCGLAF expression, causing a fi/e fol d ^"ease cAMp nor combinations of 
kDa , pI = f. 6 ). Neither butync , ^g^ifiodel system and 

ICT^cK tt S shou!d be^iMe to identify, isolate, and 
andiyuwoi a Fi H-np^M^d^s for their tumor 

evaluate glycoprotein cl,go 3 a^,a_J^ 

modular ing capability. 

ANSWER 1 OF 1'' CANCERLIT 
7Qh'114 1 0 CANCERLIT 

SYNTHESIS OF GLYCOSPH1 NGOLI PIDS IN MOUSE GLIAL TUMORS . 
U Neurochem, (1979) 32 (1) 637-641. 
T SSN ■ T:0 n 2 - 3 042 . 

»Ki^srtM&: n was*-* — — 

glial tumors was examined. The activity of two 
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glycosyltransferases involved in gangliosiae biosynthesis .as 

Measured. Mouse glioblastoma tumor nodules w ere incculated 2 . 4 

removed fro. the peritoneal cavity of 5^ ^ and 

^evicusly. Tne tumor noa^es ^e.e ^e-- ~p 
^^ ev """ ^, in rh^nnate sufferer sau^e 
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stored at 70 C. Glioblastoma iSatp! , glioma o , 6, ^ ^ SDecific 

261 and eper.dyxcblaatona were ^a.yzea ;; — h -J^es' the 



necrotic tissues, warned ..^ ^^ t ^__ ^ 

at 7! 

epei.-,. ^ 

br.i. and in the neuroblast:™. 

hexosamir.yltransf erase. Dniy a lew ^ -eve. c , ., 

The results „i u.. arH ' ities tc ,qe-her with histological and 
differential diagnosis of neural tumors. =1 Rets, 

L6 ANSWER 2 OF 17 CAFLUS 20FYRI3HT 2003 ACS 
AN 1979:100881 CAPLUS 

™ ll'aulT'cn rf clvcospMr.golipid .etabclism in mouse neuroblast and 
glioma cell lines. Comparison o: glioma 
ioligodendroglio.ma-like; with neuroblastoma cell ; r,t 
Journal of Biological Chemistry (1979), 2,4.1), 155-,2 
CODEN: JBCHA3; ISSN: 0 01. 1-92 5 8 

Dawson, Glyn s ,. nt ne^z-d specific glycosphmgolipids 

Mouse neurotumo cell l^ e ^ S ^^;-^ a . u ^ conditions employed. 

SkSE" ^cert^n^lonaroliriinrs^erived rrom CS7BL/S mouse 026 
^ol^^ 

co f cu"ure a wir h Tev a^LSroSast^/cell strains under normal or 
£ ff U e ntiating ^^^ y ^^^Uo^s 
thanlif SStffiS' - -s, b ; ; 0=J ; series of ^Ueodendroglioma 
cells apparently have unique proper ; j be us efu^ 

process of myelination. 
L6 ANSWER 3 OF 17 CAPLUS COPYRIGHT 2003 ACS 



AN 



1984 = 154399 CAPLUS 



£ Neurrte'outgrowth of neuroblastoma cells: dependence on adhesion 

surface-cell surface interactions 
SO Journal of Cell Biology (1984), 98(3,, 1010-16 

CODEN: JCLBA3; ISSN: 0021-95J5 

11 SSSe'oStgroith o. C 1300 n.urobiasto- eel!,, .hie* ««- 

including surfaces treated with various f ibronect ins , lectins, 
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^/,- ■■ .--r-K aa-a'i-'S^ and 5 ma colcmmic acid/mL. Specificity of 
?Ip^ t T — ,1s sG«e;?;d, for a few polyaniomc substances nested were not 
t^XT ^ f hp^pr:uc:na assav, and the ganglicsides mmbitmg 

^routine' rubied tne major sialoglycol ipid of the neuroblasts, fceunte 
^:°:.. w .? ,f .eur.-clasts mav be stimulated by interactions of the 
o^-d- - " -'- . - 0 i - _ rf are carbohydrates characteristic 

adhesior.-meaia-feinc prctem <nt.. '.ei. s^^a^t <_a^~>-u>-^a 

cf brain gangl i :sides . 
L6 ANSWER 4 CF 17 MEDLINE 

AN 51122414 ME: LINE . 

TI Effect of retin:ic acid on two glycosyltransf erase activities in 

C6 cultured glioma cells. .„.,,.,„„, 

30 T NT ;r RNA"I , " 1 NAL JOURNAL J-- biul.-.li'usisi, 

Journal code: 025C365. ISSN: 3C2C-711X. 
AU -eboul ?; Broquet ?; George P ; Louisct P ^ 
AB V Activity of two glycosyltransferases was studied in retinoic 
acid-treated C6 cultured glioma cells. 2. The beta-galactoside 
aloha 2 3- sialyltransf erase transferring N- acety lneurarr.in onto the 
O-glycans residues of glycoproteins was activated up to twice after 
chronic treatment (from 24 to 96 hr) with all-trans retinoic acid. 3. No 
effe.- was observed fcr shorter treatments. 4. On the opposite the 
N-glycan galactosvltransf erase activity remained unchanged whatever the 
'enqt- Df retinoic acid treatment was. 5. The activator-/ effect was not 
dependent 3 n isomer/, as all-trans and 13-cis retmoic acid isomers were 
both activators of the C6 glioma cell sialyltransf erase . 6. 
Measurement of adhesion of retinoic acid-treated cells using labelled 
Plasma membranes showed an enhancement of adhesion m correlation with 
enhancement of sialyltransf erase activity. 

L6 ANSWER 5 OF 17 SCI SEARCH COPYRIGHT 2003 ISI (R) 

AN •"-'1:607292 SCISEARCH t^t™ tm 

TI OCCURRENCE OF LACTO SERIES GANGL I OS IDES 3'-ISOLKl AND 3'.6'-ISOLDl IN 

HUMAN GLIOMAS IHVITRO AND INVIVO 

JOURNAL OF NEUROPATHOLOGY AND EXPERIMENTAL NEUROLOGY, (1991) Vol. 50, No. 

WIKS?RAND 6 C 7 J;'HE X M ; FULLER G N; BIGNER S H (Reprint); FREDMAN P; 
SVENNEFHOLM L; BIGNER D D . 

Monoclonal antibodies (MAb; DMAb, monoclonal antibodies derived at Duke 
M»dH-al Center^ directed against the oncofetally expressed lactotetraosyl 
qanaliosides 3 ' -isoLMl ( IV3NeuAc-LcOse4Cer ) and 3 ' , 6 ' - isoLDl ^ 
(IV^euAc,-IH6NeuAc-LcOse4Cer) were produced and their reactivity spectra 
compared to that of the alpha- 3 ■ - isoLMl MAb SL-50 The I gM MAb SL-50 
defines the epitope NeuAc (or NeuGc) alpha-2 - 3Ga.. -beta- 1 - 3GlcNAc the 
te-minal sequence of both ganglicsides. SL-50 requires an unsubst ituted 
GlrNAc residue; IqM DMAb- 14 will accept the alpha-2-6 linked sialic acid 
to'GL-NAc found in 3 ' , 6 ' - isoLDl . Immunohistochenical localization of 
3'-is-.LMl was Derformed on 31 biopsy specimens of human gliomas; 
15 (45%) expressed 3 '-isoLMl as defined by binding of MAb SL-50. Staining 
of snail anaplastic cells, aiant cells, and the glial component of 
qliosarcomas was observed. Neoplastic gemistocytes , when 
present, showed particularly intense staining. The 3 ■ -isoLMl and 
3' 6 '-isoLDl distribution in cultured cell lines and derived xenografts of 
primarv tumors of the human central nervous system and of 
embryonal or neuroectodermal tumor derivation was determined. 
Six of 29 cell lines expressed 3'-iscLMl: 2/16 gliomas, 3/3 
teratomas, 1/1 pancreatic adenocarcinoma. No cell line expressed 
detectable 3',6'-isoLDl by immunostam analysis of ganglioside extracts. 
The 3' -isoLMl-positive cell lines expressed it in xenograft form,- m five 
xenografts, the corresponding cell lines of which were 3 '- isoLMl -negative 
it was a proportion of the monosialoganglioside fraction. 3 ,6 -isoLDl was 
detected in two xenografts, D-54 MG (glioma) and PA-l 
(teratoma). The demonstration of 3- -isoLMl in gliomas m m yivo 
f C r TC and the relatively infrequent expression by derived cultured cells 
suqg^st that ganglioside expression is modified by environmental forces. 
Expression of 3 '-isoLMl and 3 ',6 '-isoLDl in fetal and neonatal 
brain, in intense reactive astrocytosis such as polyunsaturated 
fatty acid lipidosis, and in primary neoplasms of the central 
nervous system suggests their role in cell -cell attachment during 
development, migration, and neoplastic transformation. 
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* 6 ANSWER 6 OF 17 SCISEARCH COPYRIGHT 2C03 1ST 1R) 

^ THe'ieSiFIcItiI'Sf GLIOBLASTOMA- ASSOCIATED , FUCOSE-CONTAINING 

_ vroPRr^TNS INDUCED BY RET1NOIC AC.D 
SO mSlE^^KO CHEMICAL NEUROPATHOLOGY, ■, FEB/APR 1994; v'cl. 2l, NO. 

pp . 3 I I " -1 ^ ■ ■ 

AU vSerAeS 3 "-:; PRASAD V V T S; MOSKAL J R imprint i 

£ Ke have used a tanongenic glioblastoma ce. 11 xne S.IB 19 as ^ 

a node! svs-em to identify Eucose-cxntai-.^g g./.cp-ote.ii 
tumor suppressor function. Glycoproteins were analyzea after 
tumor supp- , * chemical differentiating agents by 

treatment w.th a .arie d ; che elec t roblct t mg and visualization 

two-dimens ,nai ~i ; o > europeaus I. Approximately 25 

using tne tucose- specif ic lec.in U x ea P ► visualized in 

fu=ose- gaining glycoproteins , FUC.LAPs .ere t y ^ 
control extracts using o - 7 mug^c . pro tein ^ £ ^ ^ change in 

- -3 - ™ — siS^oldLSy! iSnd 
evaluate glycoprotein oligosaccharides for their tumor 

modulating capability. 

L6 ANSWER 7 :-F 17 MEDLINE 

AN 960839^5 MEDLINE . , 

TI Glycosyltransferase activities in human meningiomas. 

Preliminary results. 
SO CANCER BIC CHEMISTRY BIOPHYSICS, (1995 Jun) 15 (1) 1-13- 
jnurnal cede: 7506524. ISSN: 0305-7232. 

sss£?ss^&h?2^* r-' ble cottelatlo ° 

A-rivities of specific sialyltransf erases (SAT-1 ana bAi 
activities or specn fr _ 1T l 4) N - a cetylgalactosaminyl transferase 
oalactosyitransfeiase (Gal T 4), w . c !r, ^ cf _„ aqp (GlcNAcT-1) in 9 human 

^a^r^^i r - astir- 

GM3 was the mam gangl loside , little or no activiu> 
GlcNAcT-1 was detectable. 

ANSWER 8 OF 17 CANCERLIT 

ralbe'al 4GlcNA C ™L.6 sialyltransf erase (alpha2,6-ST) gene 
rraSfection aUers'the mtegrm-mediated invasivity of the human 
alioma cell line U-373MG (Meeting abstract) . 
Proc Annu Meet Am Assoc Cancer Res, (1996) 37 A436 . 

AU v^t^H^Kane.o Y ; Rebbaa A ; Kersey D ; Bremer E, Moskal a 
.„ 'I. „f ^lim,^. alioma cells into normal brain 
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The invasion of malignant glioma -. 

cissue is a manor cause of morbidity and death for brain 
tissue is a j . cell . Burfa ce sialoglycocorrjugates 

"T/an rnoorta- l ^e m carcmoaenesis . We have examined the expression 
iral^naS-sialyltransferase (alpha2 , 3 -ST) and al P ha2, 6- sialyltransf erase 
(alDba2 6-ST) in human brain tumor specimens and found 
that tne terminal sialylation of N-lmked glycoproteins m gliomas 
appears to ^ mediately alpha2,3-ST. We have altered the terminal 
sialylation of a tumorigenic human glioma cell me, U-373MG , by 
alnh ' ? 6 _ ST qene transf ect ion . The transfected glioma cells 
Express alpha2?6-ST and alpha2 , 6-lin>:ed sialoglycoprotems on their cell 
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. „ ^ pi .._^.^ <n alpha3betal integrin-tneaia.e- 
surfaces and show a n»r*e« a in vitro invasiveness 

adhesion to extracellular rna tr _x P^in, a ,_ ST tra ns£ection results xn 
compared to controls. Furthermore .he a.p-a^-^ horylaclon despite 

a reduction of adhes,cn-.ea a -a ^ m:le cule foca 

a marked inaction of :;- cej ^.„ ir t - P terminal siaiyiation .a,, 

adhesion kinase, pl25FA*. ■ ~- 'f^ n . ^ edia ted glioma 

have a marked effect on aipr.a.oetax -n. g ;; - . & invasi * lty of 
mvasivity and suggest an atpr-.ac,. .o ait 
glioma cells by glycosyltransf erase gene 

AII3WEF. 9 OF 1 " S 3 1 SEARCH COPYRIGHT 20C3 IS! *> 



« ">»™zJ**S?% .»pt A -:,4GLCHAC ALPHA- 1 , fa SI ALY'LTRANSFEP-ASE AND 
rH pH^2?rL^KFD'siALOGLYCO:0 t :JUGATES III HUMAII BRAIN- 
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A 

TUMORS n tlo. 3, pp. 284-292. 

A-7TA NEUR3PATH0LCGICA, (MkR1996) -L 

ISSN: 00C1-6322. . j. LEES TMA J E; MOSKAL J R 

KANEKO Y ; YAMAMOTC H ; KERSE t D b ; -OL-E - 

(f-eprin-) . ^ . , rl „„ A - =i c ha 2,6 sialyltransf erase (alpha 

CMP-NeuAc: Gai beta 1,4G1~NA- alpna y a hi h degree of 

2,6 -ST) '-EC 2.4.99.1] is ^' ei0 P; ncooemc transformation 

tissue specificity, and ^^^^/VhL-e performed the first detailed 
and metastasis. In tne stud- ^ ar / alpha 2,6-linked 

-^-Wc^onSgaterirhut^ ll in tumors Je used^ ^ alpha 

polyclonal, monospecific anti-ra t alpha 2, ^ agglutinin (S NA) 

2.6- linked sialic acid- spe, ^ c 1^ , a ^ 26 . ST . specif ic cDNA probe 

'.X; Northern analysis ««U»»l«-». 2 6-ST and alpM 2,6-linked 

of aUal oriqin and medu.l .b.a^toT.a. w.ie p " ssion Moreover, very 

2 6-ST or alpha 2, 6- 1 inked -^^^-Sf e!^ alpha 2. 6 -linked 
weak to negligible expression of both alpha ,^^^^ ^ 
sialoglycoconDugates was observed n *™ sialoglycoconjuga te 
C eSre U S S si°on- ifSsociat^ ^^-neuroectodermal epithelial-like 
tumors . 

L6 A1.S--EP ic OF 17 SC1SEARCH COPYHSHT 200:- .31 <R> 
NETHERLANDS . 

ISSN: 0006-8993. v „. Breme r E G; Mkrdichian 

,l E h, r. linked » 0 ?i;r n ».n astrocytes were 

L6 ANSWER 16 OF 17 MEEL1NE 

™ ^--^Lsion M o™a-:, 4 - g alactosyltransferase I, IX. and V in human 

so !SaT« W resear:h and clinical oncology, (2001 Aug) 127 <a> 

j-,ur-a- code- 7902060. ISSN: 0171-5216. ^ ^ ^ 
AU Xu s'; Zhu X; Zhang S; Y ^ ^{^^^^^ t \ -GalT) I, II. and V are 
AB PURPI'SE: be t a - 1 , 4 - Galactosyl trans 1 .rase 
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sn .„ s ^ e fo . the biosynthesis of N-acecyllactosamine on 
the er.z^.es resp..s.. : e ; c t0 the terminal 

N-giycans d> ^'^r^t cMA ,- ^ * ^idues with the formation of a 
N-acetviglucosamme N-u.cNA-, .~ e ~- a ■ c h a . Q es in the 
beta-l.4-lir.kage. Neoplasms unaergo va^ ; ^ ible changes m 

carbohydrate of their giy=o-..] ^a.es "V ; we compared 

glyC osyltransfera S eS r themseiveS s M,.^ ard normal^ 

b^ain^issues 1 : ^LTS : ^Ou/reverse^transcrip^ 
„ arH -n CRT-PC?} results showed chat Deta ^ , •* ->a 

bse^^ncrmal adult brain tut de««a t e in grad e _ 
and IV astrocyto^B; the leve, be a 1 4 G-xT ^ ^ ^ ^ 

increased in grade I J. . 4 _.3alT y transcript existed in 

was found in normal brain; of astr0 cytoma 

normal brain and increased n ue pr=« _ R:cmus 

progress, with the highest leve.n grace a we also found the more 

communis agglutinin-1 ^";> ^ctin > compa red with normal 

extensive galactosylated band in - ■ ^ Astrocytoma but 

brain. A major 61kD protein was ga.actosylat indica te 

*l%ZT«£eV« e asrrocytoma° f is b crr^iated with the expression of 

beta-l,4-GalT V. 
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L7 ANSWER 10 OF 15 OANCERLIT 

glioma cell line U-373MG (Meeting abstract-. 
- Proc Annu Meet Am Assc- Cancer Res, (1996) 37 A4Jb. 



AU Yamamot o^H ; ^ Kaneko Y ; Rebbaa A; Kersey D. Bremer E Moskal J 
S "vasion of malignant glioma cells into norma bra n 

tissue is a najor cause of morbidity and de ^ J important 

£^„%a££.n^ o! 
sialyltransferase jaJPha^^ST) and aJPja2 ^ ^ 

"elm "Hnd ound that the terminal sialylation of N-linked 
alioma cell line. U-373MG, by al P na2,6-bT gene 

transfection. The transfected glioma ce Is express surfa ces 
al P ha2,6-ST and alpha2 , 6 - 1 inked sialogl c pro "^b on^th ^ 
and show a marked reduction m ^Ipha3betal ^eg compared to 

extracellular matrix proteins and n vi J rc invasive P a reduction 

T" 018 ^ on U me^a r ^d e p r"t e e. n'^s nfono^horyLtion despite a marked 

by glycosyltransferase gene transf ect ions . 
L7 ANSWER 14 OF 15 MEDLINE 

S S^^Sialy^krase gene transfection into a human 

glioma cell line (U373 MG) results in decreased invasivity. 

SO JOURNAL OF NEUROCHEMISTRY , (1997 Jun) 63 <*> 2566-76. 
Journal code: 2985190R. ISSN : 0022-3042 

AU Yamamoto H; Kaneko Y; Rebbaa A; Bremer . Mosk UR 

transduction and block glioma cell invasivity in vitro. 
L7 ANSWER 15 OF 15 SCISEARCH COPYRIGHT 2003 ISI (R) 
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glycoprotein siai^aao. a.e * k- 175-179. 
SC «^«?5^ii f^BV ^ BCX'2U; ioO^AE AMSTERDAM , 



AU 
AB 



Publisher: ELSEVIER SCIENC 
NETHERLANDS . 

^amototlaito T; Kaneko Y; Kersey D ; Yong V W ; Brewer E 0; NtadichUr 

* r ^„-- ln L . Leestma J; Moskal J R (Reprint) 

E '' "MP-IeuAc': Gal beta l,3(4,GlcNAc alpha 2 , 3 - sialyitransf erase 
(alona 2 3 ST) mRNA was expressed in human glioma spec imens 

2 feUl astrocytes, and a panel of brain tumor «11 lines 
Maackia amurensis agglutinin "ainmg reveled .»e ^e- 

S""e incr'sedixpresBion of alpha 2,3-lmked glycoprotein 
slllylation may play a role in glial tumongenesis . 
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- Expression clonin^of cDNA encoding a human beta-l,3-N- 
^ t^ vini.rr^minv transferase that is essential for poiy-N 
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'etylgluccsaminyltransf erase tha 

procI^:ng":"?hs S St?ona- ■academy of sciences of the united states of 

AMERICA, (1997 Dec 23) 94 (26) 14294-9. 

s-«-S- K , Na^ s; s ^ S: ^ 

^e^rScture and biosynthesis of poly-N-acetyllactosamine display a 

^^lacto^neTarl t^^^V^^^^^ "sidues, 
TorXnl "unction" oligosaccharides such as Sialyl Lex Herein we describe 
che isolation and functional expression of a cDNA encoding 
beta-1 3-N-acetylglucosaminyltransferase (iGnT), an enzyme that is 
essential fcr tne 9 f ormat ionof poly-N-acetyllactosamine. For this 
expression cloning, Burkitt lymphoma Namalwa KJM-l cells were 
transfected with cDNA libraries derived from human melanoma and 
colon care incma cells. Transfected Namalwa cells overexpressmg 
the i antigen were continuously selected by.f luoreacence-activated cell 
sorting because introduced plasmids containing Epstein-Barr vi us 
replication origin can be continuously amplified as episcmes. Sibling 
-election of plasmids recovered after the third consecutive sorting 
resulted in a cDNA clone that directs the increased expression of i 

n o the cell surface. The deduced ammo acid sequence indicates 
t'hat'tnis Yrotein has a type II membrane protein topology found m almost 
all mammalian glycosyltransf erases cloned to date. lbnT, 
However, differs in having the longest transmembrane domain among 
glycosyltransferases cloned so far. The iGnT transcript is highly 
expressed in fetal brain and kidney and adult brain 

bu? expressed ubiquitously in various adult tissues. The expression of the 
Presumed catalytic domain as a fusion protein with the igG binding domain 
of protein A enabled us to demonstrate that the cDNA encodes iGnT, the 
enzyme responsible for the formation of GlcNAcbetal -> SGalbetal --> 
4G1CNAC --> R structure and poly-N-acetyllactosamine extension. 
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- Kressfo- clSnfof beta 1,4 N-acetylgalactosaminyltransf erase cDNAs 

" that determine the expression of GM2 and GD2 gangliosides. 

SO JOURNAL OF BIO LOGICAL CHEMISTRY, (1992 Jun 15) 26, U 7» ^8z-.. 

T _i -ode- 2 & 85121R. ISSN : 0021-9258. 
A n Nagata Yr^ashxro S; Vodoi J; Lloyd K 0; Shiku H; Furukawa K 
A^ Gm! and GD2 gangliosides are sialic acid-containing glycosph ngo.ipids 
eyoressed in some normal tissues such as brain and in various 

""ch as neuroblastomas, astrocytomas, and malignant melanoma ,e 
used a eukaryotic cell transient expression sys em o i so lat ^clones 

r Hp-e^mine GM2 expression, dcvci. r eu a ■ ^i.c 

melanoma Une BIS by Lansfectmg with the polyoma T antigen gene that was 
suitab^ for this purpose. Two cDNA clones, toth of which have a 
continuous open reading frame of 1683 base pairs, were isolated. Although 
the cloned cDNAs had no primary sequence similarity to reported 
olvcosvltransf erases, the deduced amino acid sequence predicted a 
™ II transmembrane protein with an overall structure similar to other 
glycosyltransf erases. The cDNA clones, when stably 

?ransfected, determined the expression of GM2 m B16 cells and GM2 
^ he human melanoma line MeWo . Northern blot analysis revealed 

tTc transcripts in all cells that expressed either GM2 or 2 or both^ 
These findings indicate that the cDNAs catalyze the transfer of GalNAc 
onto GM3 and GO 3 by a beta 1,4 linkage, resulting m the synthesis of GM2 
and GD2 respectively. Namely they suggest that these cDNAs derive rom 
the UDP-GalNAc: GM3/GD3 beta 1,4 N-acetylgalactosaminyltransf erase (EC 
2.4.1.92) gene. 
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L7 ANSWER 7 OF 15 MEDLINE 

* 535:2 °* „-^; K ^ a human polvsialyltransferase that forms the 
TI .xpressio . ^o.:^ ; °: ^ e "r" adh | ciin mo l e cule present in embryonic cram. 
= 0 KoIedSgS OF THE NATIONAL ACADEMY OF SCIENCES Or THE UNITED STATES OF 

AYERICA, (1995 Jul 18) S2 15; -7031 -5. 

Journal code : 7505876. ISSN: 0027-8424. 
AU Nakavama J; Fukuda M N ; Fredette B; Ranscht B ^ukuda 

M Polysialic acid ^^^^^^^^c^^ has been 
IS s^^thaftS: Tar^an-o^c carbohydrate ^es che ^adhesive 

l--c*rl h a polysialyltrar.sf erase. For this expression cloning, LOS- 

e'utwLe effected with a human fetal ^^in cDNA l!brary 
^ a cDNA encoding human N-CAM. Transfected COS-1 ceils were 
^ine^ith a monoclonal antibody specific for po ys. ; ic = -d and 

'""^ed^lasm^^ direct! the expression of 

recovered plasmids resulteo 1 deduced amino acid sequence 

"^\s;:n»*S""rir"" e -,« n i 1 ;?.""br'a. 1 »9 »» cluster o f 

N- CAM , which is critical for plasticity of neural cells. 
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LA English . , 

FS institute for Cell and Developmental Biciogy 

EM 199609 

ED Entered STN : 19970509 

„ stjess s susrs- «... i- »»-„-";4i:;re S ':n a ™ ajor 

cause of morbidity and death for brain tumor patients. Increases m 
cell-surface sialoglycocon^ugates play an important role in 
carcinogenesis. We have examined the expression of alpha., 3- 
sialyltransferase (alpha2 3-ST) and ajpha2 6- ^ ^ 

terminal sialylation of a tumorigemc human glioma cell une, 

approach to alter the mvasivity of glioma ceiis oy yiy y 
qene t ransf ect ions . , 
CN EC 2.4.99.- ( sialyltransf erases ) ; 0 (Integrms) 
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ANSWER 
1996 : 6594 : 

S^a^alcha 2 3GaI .beta. l,4GlcNAc .alpha. 2 , 8 - sialyltransf erase 

of mouse brain, cDNA sequence, and fusion product recombinant 

production 

Eur . Pat . AppI . , 25 pp. 

CO DEN : EFXXDW „ , , . 

Tsjji, Shuichi; Yoshiaa, Yukiko; Kojima, Naoya ; Kurosawa, Nobuyuki; 

T^rsub^cr^vention provides Sia .alpha. 2,3Gal .beta. l,2GlcNAc .alpha. 
2^8-siaIyltransferase and an enzymically active fragment thereof and a 
nucleotiae sequence encoding said sialyl transferase . The subjec. 
indention also provides an extracellularly releasable protein capaDxe of 
catalyzing Sia "alpha. 2,3 Gal .beta. l,4GlcNAc A2 , 8 - sial yl - 1 ransfer which 
comprises the enzymically active fragment of the Sia .alpha 2,3 Gai 
.beta. i,4GlcNAc .alpha. 2 , 8- sialyltransf erase together with a signal 
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